Clinical Section H19
or hemiparesis occurred and the external and internal carotids were accordingly ligated. There was immediate cessation of pulsation, thrill and murmur. Two days later there was intermittent pulsation and thrill and a faint murmur over the supra-orbital ridge. During the succeeding days these had lessened, and there was now hardly any pulsation or thrill and a low murmur. The exophthalmos was also receding. It was not hard to understand why there should be a return of the abnormal circulation during the days following the operation, but it was difficult to see why there should be a subsequent recession of the symptoms.
With regard to the question of the onset of hemiplegia, statistics of its frequency following carotid ligation have been published. But statistics are of less importance in considering a particular patient than the cause of the necessity for operation. Where an aneurysm is present the circulation distal to it is always reduced, that is to say, a compensatory circulation has already been partly established. It follows that carotid ligation for aneurysm is less likely to prejudice the cerebral circulation than carotid ligation for other conditions, e.g., during the removal of carotid body tumours. Examples have, however, been published in which carotid ligation for aneurysm has been followed by hemiplegia, but I think this is a rare sequence.
DisCU88ion.-Mr. MORTIMER WOOLF asked why the -common carotid was not selected for ligation.
Mr. JULIAN TAYLOR (in reply) said that ligation of the common carotid did not stop the blood supply to the cranial cavity on that side, on account of the free anastomosis that existed between the distributions of the two external carotids, which permitted blood to pass from the external to the internal carotid above the ligature. The anastomosis in question was demonstrated by the not uncommon failure of external carotid ligation to check permanently secondary hemorrhage from the mouth or nose. Ligation of the internal carotid abolished the blood supply to the circle of Willis on that side, and ligation of the external carotid aimed at checking the supply through the orbit. This source was likely to be soon re-established, and he was considering the propriety of ligation of the opposite external carotid in addition.
Male, aged 52. For the last three years patient has noticed a peculiar colouring of skin and increasing weakness. During the last few months has suffered from pain in the right hypochondrium..
On examination the colour of the skin is brownish-blue. There are numerous dilated venules on the cheeks. The conjunctive are slightly icteric. No pigmentation of the buccal mucous membrane. Heart normal. Lungs: right base behind, impaired percussion note and diminished air entry. Liver enlarged to 3 in. below umbilicus, firm and uniform to palpation. Spleen not palpable. No ascites. No glands palpable. Urine: No sugar; bile-pigments absent; excess of urobilin.
Blood: R.C., 5,470,000; W.C., 15,000; Hb., 86%; C.I., 0.8. Polys., 72%; lymphos., 23%; monos., 4%; eos., 1%.
Van den Bergh test: Direct, negative; indirect, positive (3 units). Wassermann reaction in blood negative. Blood-sugar curve: Fasting, 0 093 grm. %; half-hour after administration of 50 grm. glucose, 0 181 grm. %; one hour after, 0*216 grm. %; one and half hours after, 0-212 grm. %; a mild diabetic curve.
Shred of skin removed from upper arm shows deposit of iron in deeper layers (ammonium sulphide).
The presence of hamosiderin in the section of the skin clinches the diagnosis of hiemosiderosis.
The case is of particular interest because it showed the presence of haemosiderosis before the diabetic symptoms had become established, thus confirming the opinion that the pancreatic changes were secondary to the cause of the hbmosiderosis. With regard to the atiology of the condition: Mallory, in a series of nineteen cases, found an alcoholic history in seven, four had worked with copper, Proceedings of the Royal Society of Medicine 78 eight gave no wtiological clue. Mallory suggested that copper acted as a haniolytic agent in this disease. But there is considerable evidence against the theory of hwemolysis as a cause of the hemosiderosis: (1) These cases do not present an anamia. (2) None of the tests for hmmolysis is positive. (3) Post mortem there is no evidence of activity in the bone-marrow and hsemopoietic system. (4) In haemolytic conditions at post-mortem the hmmosiderosis is found in the bone-marrow and spleen, while in these cases the liver and pancreas are the organs affected.
(5) There is evidence of retention of food iron in heemosiderosis.
The atiology in the majority of cases, as in this case, is obscure.
Di8cussion.-Dr. NORMAN HILL said that the sugar curve was given, but the exhibitor did not say whether glycosuria occurred after the administration of the glucose. If it did not, he presumed that the patient was a diabetic with a high leak-point. Had Dr. Morlock dieted the patient with the view of bringing his blood-sugar under control ? If this had been done, what had been the effect on the man as to feeling of well-being and as to weight ? Dr. MORLOCK (in reply) said that when the blood-sugar curve rose above 0-181 grmi. there was sugar in the urine. With regard to diet there was some evidence that if one could keep the liver cells full of glycogen, the liver cells obtained some protection; with that in view, the patient had been taking 40 grm. of glucose in water twice a day, and sufficient insulin had been given to control this increase in the sugar which he had taken, with the idea of increasing the glycogen in the liver. Alex. H., aged 2 years, has suffered from weakness in left leg since age of 9 months. Did not begin to walk until age of 18 months. Full-term baby; weighed 8 lb. at birth. Normal labour.
